An historical overview Recognition that anogenital warts in adults are predominantly a sexually transmitted disease has come only within the last 40 years. '2 Throughout the last century the disease was attributed to poor hygiene or irritation from gonococcal and other discharges. Its viral aetiology was discovered early in the present century, but it was thought that there was only one human papillomavirus (HPV), which caused all types of wart, and that sexual contact was only one of many ways by which this virus could reach the anogenital epithelia. The modern concept of HPV infection has developed from clinical and virological research. Anogenital warts in adults are now regarded as a sexually transmitted disease; the epidemiology of subclinical HPV infections is less well established, but it is likely that these too are sexually transmitted. Molecular virology has shown that there are at least 60 HPV genotypes. HPV 1-4 are predominantly associated with skin warts of non-genital areas, HPV 6 and 11 with condylomata acuminata, papular warts and subclinical anogenital lesions and HPV 16, 18 , and more rarely HPV 31, 35, 39 and 41-45 with dysplasia of the cervix, vulva, penis and anus. 3 Anogenital warts in children were mentioned only en passant in the early literature ten contained "genital" types HPV 6/11, and six contained "skin" types, HPV 1 or 3. The virus type bore no relationship to the site or appearance of the warts, but "skin" types were commoner in children more than four years of age, in those with a relative with skin warts and in children with warts elsewhere; there was no suspicion ofabuse in children in this group. On the other hand "genital" types were commoner in children less than three years of age, who had no relatives with warts and who had no warts elsewhere. But to equate anogenital warts containing "genital" HPV types with sexual abuse is unjustified, because in halfthe children in this group there was no suspicion or evidence that they had been abused. Papular (sessile) warts, (fig 2) are most common on fully keratinised parts of the anogenital epithelium. They are usually multiple and are raised, 1-3 mm in diameter, and with a fairly smooth surface. Flat warts (subclinical wart virus infection) can be identified with magnification after the application of 5°% acetic acid. They may occur alone or in association with other types of wart, are of very variable size and shape, and are characteristically "shiny white" in colour. Information about the occurrence of these lesions in children is scanty, but they have been described.'2 In adults colposcopic, cytological and histological abnormalities of the cervix uteri are common in women with vulval warts; whether this occurs in children is not known. 
Future developments
There is a real need for more knowledge about anogenital HPV infection in children. The vexed question of sexual abuse will eventually be resolved when more cases have been fully evaluated clinically, virologically and socially, and it may then be possible to furnish further guidelines to help the clinician to decide whether the child is in need of care and protection. '4 Virtually nothing is known of the long term history of these children. Will they shed virus at some point in the future and infect their partners when they become sexually active? Will latent HPV infection persist despite apparently successful treatment, and is there a real possibility that vulval or perianal intraepithelial neoplasia may develop in the future? If there is such a possibility, is it greater in those infected with so-called "high risk" types such as HPV 16? These are important problems, and their solution will require long term studies of the epidemiology, virology and sequelae of this disease, which was once tare but is now regrettably becoming commoner.
